To identify the receptor subtype responsible for the polarizing voltage jumps before and during the response indicated an increase in conductance, and an extrapolated reversible potential near Ϫ10mV (data not shown). sponse to a single CF activation recorded in the presence of TBOA was over 10-fold larger (peak amplitude) This is consistent with the response being mediated by a nonselective cation channel, as has been found with than in control solutions (n ϭ 22). 
CF Activation of mGluRs Results in Elevated Intracellular Ca
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A Retrograde Form of Presynaptic Inhibition of CFs Mediated by Cannabinoid Receptors
Recently a short-term form of presynaptic depression (CF cSTD) was described for CF synapses (Maejima et  al., 2001) . Activity of mGluRs on Purkinje neurons can generate a retrograde signal to cannabinoid receptors located on CF presynaptic terminals, causing a reduction in glutamate release. In this study, conditioning trains of PF activity were capable of eliciting CF cSTD, suggesting that under physiological conditions PFs can induce a heterosynaptic short-term depression of CFs. The present results raise the possibility that this retrograde signaling mechanism could also occur homosynaptically and function as a feedback inhibitory mechanism that limits glutamate release following high-frequency bouts of CF activity.
Long-Term Depression at the CF Synapse
A form of CF LTD has been described which can be evoked with low-frequency stimulation of the CF synapse, is mGluR dependent, and requires elevation of 
